In 1982 Weinstein reported a syndrome in pregnancy characterized by haemolysis, elevated liver enzymes and low patelet count, the HELLP syndrome, and described it as a severe consequence of pre-eclampsia.' Patients may present with a wide variety of signs and symptoms but evidence ofpre-eclampsia may not be present. The only problem in pregnancy had been a mildly elevated diastolic blood pressure (90-95 mmHg) at 39 weeks with no proteinuria or oedema, but when spontaneous labour was established one week later the blood pressure had returned to normal (125/85 mmHg). The patient had complained of epigastric pain two hours prior to delivery and this persisted intermittently into the post partum period. Blood pressure measurements were normal throughout labour but 30 minutes following delivery she developed hypotension which responded initially to the administration of intravenous fluids. Blood cultures were taken prior to the administration of intravenous antibiotics due to the development of a pyrexia of 38.4°C. Full blood count and coagulation profiles at that time showed haemoglobin 7.0 g/dl, white cell count 30 x I09 1, platelets 37 x I09 1, prothrombin time 28 seconds (normal 12-17 seconds), activated partial thromboplastin time 93 seconds (normal 29-40 seconds) fibrinogen 1.67 g/ 1 (normal 2-5 g/Il) and fibrinogen degradation products >10<40 [ig/ml (normal <10 pg/ml). Ultrasound scan of the abdomen revealed a small amount of intraperitoneal fluid and the decision was taken to proceed to laparotomy. On arrival in ICU the patient was noted to be oozing a considerable amount of blood from the Pfannensteil incision. She had marked oedema of her face, hands and legs which, in addition to the history of epigastric pain associated with a low haemoglobin and platelet
In 1982 Weinstein reported a syndrome in pregnancy characterized by haemolysis, elevated liver enzymes and low patelet count, the HELLP syndrome, and described it as a severe consequence of pre-eclampsia.' Patients may present with a wide variety of signs and symptoms but evidence ofpre-eclampsia may not be present.2 Multisystem failure may occur due to widespread microcirculatory dysfunction. This case demonstrates the range of supportive therapy required in the intensive care management of such patients. CASE REPORT. A 26 year old primigravid woman was admitted to the intensive care unit (ICU) following Pfannensteil laparotomy for suspected concealed post-partum haemorrhage 4 hours after Barnes Neville forceps delivery for fetal distress. No bleeding point was identified and the patient was transferred ventilated to the intensive care unit as she remained hypotensive and oliguric. A central venous line had been inserted in theatre and a dopamine infusion commenced at 5 ig/kg/min.
The only problem in pregnancy had been a mildly elevated diastolic blood pressure (90-95 mmHg) at 39 weeks with no proteinuria or oedema, but when spontaneous labour was established one week later the blood pressure had returned to normal (125/85 mmHg). The patient had complained of epigastric pain two hours prior to delivery and this persisted intermittently into the post partum period. Blood pressure measurements were normal throughout labour but 30 minutes following delivery she developed hypotension which responded initially to the administration of intravenous fluids. Blood cultures were taken prior to the administration of intravenous antibiotics due to the development of a pyrexia of 38.4°C. Full blood count and coagulation profiles at that time showed haemoglobin 7.0 g/dl, white cell count 30 x I09 1, platelets 37 x I09 1, prothrombin time 28 seconds (normal 12-17 seconds), activated partial thromboplastin time 93 seconds (normal 29-40 seconds) count and coagulopathy, suggested the diagnosis of HELLP syndrome. An urgent biochemistry assay showed AST 6234 U/L (normal 10-40 U/L), alkaline phosphatase 93 U/L (normal 35-120 U/L) and bilirubin 61 pmol/L (normal 3-18 tmol/L). As the patient was bleeding profusely from the abdominal incision and requiring large amounts of blood and clotting factors no evidence of haemolysis was sought. The patient's problems in ICU can be summarized as follows:-1. Coagulopathy and haemorrhage During the first three days in ICU the patient continued to have major haemorrhage from the abdominal incision in the presence of a worsening coagulopathy that showed the initial features of disseminated intravascular coagulation. Her requirements for blood and blood products during that time and during the whole of her stay in ICU are shown in table I. Antifibrinolytic therapy with aprotonin and tranexamic acid was employed in an attempt to reverse the process but with no apparent success. On day three a repeat laparotomy was performed and, although no bleeding points were identified, heavy packs plus further administration of coagulation products resulted in cessation of the bleeding. Episodic vaginal bleeds of 500-1000 mls occurred repeatedly over the next three weeks despite normal coagulation profiles. On day 25 an abdominal hysterectomy with left salpingooophorectomy was performed with complete cessation of bleeding. It has been suggested that exchange plasmapheresis with fresh frozen plasma may be beneficial in patients with persistent thrombocytopenia.9 The mechanism of action of such intervention is not clear and, as this is an invasive and expensive procedure, its use in such patients should await the results of a randomised trial.
Seizures may occur at any time due to associated eclampsia. The isolated generalised convulsive seizure in this patient occurred on day 30 and was probably unrelated to the presenting disorder and more likely due to uraemia or ciprofloxacin therapy.
This case highlights many of the problems encountered in the intensive care management of patients with the HELLP syndrome. Obstetricians and intensive care physicians must be aware of the condition and consider it in the differential diagnosis of critically ill patients during pregnancy and the peripartum period.
